peptone glucose broth (3), harvested by centrifugation, washed in saline, and killed with acetone. After the acetone was removed by centrifugation and evaporation under vacuum, the cells were washed in saline and broken in a French press and the sediment was recovered after centrifugation. The sediment was washed and suspended in merthiolated saline, 1:10,000 (v/v), and a dry weight determination was made.
Escherichia coli lipopolysaccharide W (026:B6; Difco) was diluted to the appropriate concentration in physiological saline. Mycobacterium smegmatis (ATCC 14468), the adjuvant used with the B. dermatitidis endotoxin, was grown in Proskauer Beck broth (Difco), washed, resuspended in merthiolated saline, and sonically treated briefly, and a dry weight determination was made (2 mg/0.1 ml).
In the first series of experiments, 6 X 107 plaque-forming units in 0.4 ml were injected intravenously (IV) into two groups of animals.
At 6 hr later, the first group was injected intraperitoneally (IP) with 1 ml of B. dermatitidis endotoxin immediately followed by 0.1 ml of adjuvant (IP), and the second group was injected IV with 0.1 ml of E. coli lipopolysaccharide. Untreated mice received similar injections of these endotoxins. Control groups included:
(i) mice injected with NDV; (ii) NDV, merthiolated saline, and adjuvant; and (iii) NDV and 0.85% saline. Deaths were recorded daily for 3 days (Table 1) . It is evident that the lethal effects of both endotoxins in mice are enhanced by prior injections of NDV. Deaths did not occur in the control groups.
An attempt was made to confirm the enhanced lethality of the endotoxins by using a chemical inducer, poly I:C, rather than a viral inducer of interferon. In the second series of experiments, 70 ug of poly I:C in 0.4 ml was injected IV into two groups of mice ( (6, 8) .
Both endotoxin and poly I:C stimulate the release of interferon (7), and, after treatment of mice with lead acetate, there is an increase in the quantity of interferon released after the injection of endotoxin or poly I:C (W. R. Stinebring and M. Absher, personal communication). Therefore, the increase in endotoxin lethal effect after poly I:C treatment can be interpreted as additive. The implication is strong, however, that the enhanced lethality of endotoxins is mediated by interferon since NDV, which induces the syn- thesis of interferon, also increases the lethal effect of endotoxin in mice. Studies are underway to support this hypothesis.
Since it is well known that interferon inducers protect against viral and parasitic infections in animals, we consider it significant that enhancement of lethality was observed after injection of endotoxins. The latter biological effect suggests that the use of these inducers as therapeutic agents may enhance the symptoms of infectious diseases in which endotoxin contributes to pathogenesis.
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